attempted but was unsuccessful. October 1933 General condition worse.
Skiagrams of hands and feet show changes similar to those found in pulmonary osteo-arthropathy. 7.2.34: Liver two inches below costal margin. Spleen palpable. Liver puncture shows extensive amyloid disease. Treatment with liver extract commenced, the equivalent of one pound daily being given.
While the patient was under observation a secondary anaemia was noted and although the blood urea was normal the ability of the kidneys to concentrate urea was, from 26.4.33 onwards, very poor.
He became more emaciated, pale and apathetic, and finally refused all food. He died on July 6, 1934. Summary of post-mortem findings: (1) Tuberculous disease of the spine with large fusiform abscess. (2) Heart: no congenital or valvular lesion. (3) Lungs: one calcified nodule present at the left apex. (4) Liver: grossly enlarged, extensive amyloid infiltration. Small abscesses on the surface and in the substance of the liver. Microscopic section shows amyloid disease and abscess formation, but there is nothing to suggest that the abscesses are tuberculous. Guinea-pig inoculation negative. (5) Spleen and kidneys : amyloid deposits present. (6) No evidence of long-standing secondary pyogenic infection. The abscess formation in the liver must have been a terminal event.
A case of amyloid disease of unknown origin, accompanied by clubbing of the fingers has been described by V. Ronchetti (Ospedale Maggiore, 31.1.1930, p. 1).
In this case there was prolonged irregular pyrexia, thought at first to be due to typhoid. The diagnosis of amyloid disease was not made before death.
Dr. F. PARKES WEBER said that he regarded this case as a typical (nowadays rare) examlple of the association of visceral amyloid disease with bone tuberculosis. The radiographic appearance of the bones of the hands was characteristic of secondary " hypertrophic osteoarthropathy" (Pierre Marie), which occasionally occurred in the absence of pulmonary disease.
Final Report on a Case of Amyloid Disease previously shown.' -H. J. SEDDON, F.R.C.S. The initial improvement that followed administration of liver extract was not maintained. Liver puncture on 20.10.34 showed that at least 50% of the liver parenchyma had been replaced by amyloid substance. The patient died on 20.6.35. No evidence of secondary pyogenic infection was discovered at autopsy, nor was there anything unusual in the bony lesions, or in the viscera containing amyloid deposits.
We have therefore complete records of two cases of amyloid disease in bone tuberculosis uncomplicated by secondary infection. ,1 Proceedings, 1933, 27, 124 (Sect. Dis. in Child., 12). The patient is a boy now aged 23 months.
Arterial Calcification and Subcutaneous Calcinosis in
Family history.-He is the third child, the two elder being girls aged 17 and 11 years, both of whom are healthy. There have been no miscarriages. The parents are healthy and unrelated. The father had an exostosis removed from his knee when a youth.
Previouis history.-The boy apparently developed normally until about 9 months of age, when he cut two teeth. From then until his admission to hospital when 20 months old, the history was that he had taken less and less food, and had refused all solids, becoming progressively more anamic, and his weight had remained Proceedings of the Royal Society of Medicine 22 stationary. His private doctor stated that he had "had such things as haliverol, cod-liver oil, virol, and calcium sodium lactate with vitamin D." For the anemia he received ferrodic granules. " Recently some small nodules have appeared,. in front of the right leg . . . near the right elbow . . . and in front of the left leg."
He has been under observation in hospital since 20 months of age. At that time he was miserably thin, weighing 16 lb. He had three teeth erupted. At times he seemed bright and happy, but was too weak to sit up. The complexion was pale, the skin dry, the hair sparse, and there was a good deal of nasal obstruction. The broad bridge to the nose and the rather large tongue at first suggested cretinism, but the resemblance went no further. The fontanelle was widely open, but there were no other features of rickets.
Multiple shotty masses as large as split peas could be felt in the subcutaneotis tissues round the knees and just below the right elbow. These were movable, hard, and painless, and a few were attached to the skin. (At the present time they seem a little smaller.) The urine contained a little albumin, but the other systems were normal. Blood-pressure 90/60.
Investigations.-Wassermann reaction, negative. Price-Jones curve (by courtesy of Professor Parsons) showed a normal size of the red cells. Blood chemistry: Blood-urea 58 mgm.; blood-calcium 10 7 mgm.; bloodphosphorus 3*7 mgm.; phosphatase 0*6 (courtesy of Dr. McCance).
X-ray examination.-Long bones: The epiphyseal lines show unusually dense calcification, possibly because the child has made no growth for many months. The shafts also appear more than normally dense. Skull and spine: Normal.
Arteries : The iliac and femoral arteries in' both legs appear calcified (see Plate I, fig. 1 ). Subcutaneous tissues : Plaques of calcification can be seen in the neighbourhood of both knee-joints (Plate I, fig. 2 ), and there are two smaller plaques just below the right elbow-joint.
Progress.-During the last two months there has been some improvement. The general state of nutrition is better; the weight has risen 2 lb., the child is able to sit up, the antmia is less severe, and the subcutaneous plaques are a little smaller, while the skin over them is no longer reddened.
Dr. PARKES WEBER said that the striking features in the case were the early age of the patient and the association of arterial calcification with subcutaneous calcification of the class which he (Dr. Weber) thought he had been the first to demonstrate in England (at the Dermatological Section of the International Medical Congress in 1913 at London). This type of calcinosis was very rare, but its association with arterial calciffcation was still rarer. The localized calcinosis associated with sclerodactylia (first described by H. Weber, a Swiss doctor, in 1878) was much less rare. Whether hypervitaminosis D was a causative factor in any eases like the present one was an important question. 
